I read with great interest the article by Zu-Rhein et al (1), which presented 3 cases that closely resembled a case I had encountered in 2004 and presented at The Canadian Association of Neuropathologists' 2010 annual meeting. A 50-year-old woman without previous pertinent medical or surgical history presented with a subacute progressive neurologic syndrome evolving during a 4-to 5-year period. She initially presented with tremor, gait difficulty, and disequilibrium along with motor deficits characterized by hyperreflexia, clonus, and rigidity. During the next few years, she developed a frontal dementia with psychotic elements. Weeks before her death, she displayed episodes of syncope and falls followed by seizures, culminating in status epilepticus.
Laboratory investigations, including computed tomographic scan, and magnetic resonance imaging, were normal. A positron emission tomographic brain scan showed a slight bilateral frontal deficit. Cerebrospinal fluid leak analysis revealed a slight increase in protein but was otherwise normal, including a search for oligoclonal bands, infectious workup, and 14-3-3 protein analysis. An electroencephalogram showed slight cortical dysfunction. Complete metabolic workup was negative as was heavy metal screening. Family history was negative for neurologic disease. The postulated clinical diagnosis was Creutzfeldt-Jacob disease.
The lesions in the patient's brain were identical, in most respects, to those reported by Zu-Rhein et al (Figs. 1, AYF) . The only exceptions were an even greater number of abnormal endothelial cell nuclei and a lack of mineralization, perhaps reflecting an earlier stage. Our pontine section, however, was more rostral than theirs.
I 
